Group 2 was administered vitamin B riboflavin, and group 3 was administered thiamine as a placebo. The surgeons and patients were both blinded to the treatment. The agents were administered to the subjects on the morning of surgery 1 hour (þ/-15 minutes) prior to the procedure. A data sheet with a urine color scale was used intraoperatively as a grading system by the surgeons to grade the color of the urine jet and to evaluate the strength of the urine jet.
Group 2 was administered vitamin B riboflavin, and group 3 was administered thiamine as a placebo. The surgeons and patients were both blinded to the treatment. The agents were administered to the subjects on the morning of surgery 1 hour (þ/-15 minutes) prior to the procedure. A data sheet with a urine color scale was used intraoperatively as a grading system by the surgeons to grade the color of the urine jet and to evaluate the strength of the urine jet.
RESULTS: The Cochran-Mantel-Haenszel for ordinal outcomes was used to compute the appropriate Chi-square test for equivalence between color intensity of the three groups. Preliminary results from the first 10 patients in the study have found comparable results for urine color intensity for both vitamin B riboflavin and pyridium and overall the results showed that both agents produced a strong urine jet with moderate color intensity in 75% of cases for vitamin B riboflavin and 80% of cases for pyridium as evaluated by the surgeons at the time of cystoscopy. Renal function influenced the results. Patients with creatinine levels greater than 0.5 were found to have bright colored urine jets 80% of the time based on surgeon evaluation with the urine color grading scale while patients with creatinine levels less than 0.5 were found to have light/no colored urine 15% of the time.
CONCLUSIONS: Vitamin B riboflavin is an appropriate comparable oral agent to pyridium for producing urine staining and evaluating the patency of ureteral jets at the time of intraoperative cystoscopy. Renal function can impact the evaluation of urine color. Patients with lower creatinine levels and higher functioning kidneys may clear the oral agents more quickly in the urine which may in some cases lessen the intensity of the urine jet and cause the urine to have a lighter color. However, patients with lower functioning kidneys as indicated by higher creatinine levels may have more concentrated urine which may cause urine jets to have brighter colored urine in some cases. One must account for renal function when using oral agents for evaluation of ureteral patency. Intrarenal Calcium oxalate (CaOx) crystals triggered inflammation and induced kidney tubular cell injury which could promote the deposition of calcium oxalate crystal, processes that involved TLR4/NF-kB signaling. Our genome-Wide gene expression profiling of Randall's plaques in CaOx stone patients identified several LncRNAs expression were significantly upregulated. However, its role in kidney CaOx stones has not been reported yet. This study aimed to elucidate whether ceRNA mechanism played a pro-inflammatory role in oxalate stones occurrence and development.
METHODS: Crystals deposition and inflammatory condition in mouse kidneys were examined by 3D micro-CT and polarized light optical microphotography and PET-CT. RNA binding protein immunoprecipitation assay was performed to determine whether H19 directly target miR21. Luciferase assay was performed to verify the precise targets of miRNA. Protein and mRNA expression were examined by WB and qPCR. Proinflammatory cytokine IL-6, TNF-a, IL-1b in RTEC and BMDM cocultured medium measured by ELISA. Bone marrow derived macrophage were obtain from WT and H19 marrow conditional knockout mouse (H19fl/fl-Lyz-Cre) amd stimulated by M-CSF for 14 days. RESULTS: H19 expression was significantly increased and positively correlated with HMGB1, TLR4 and NF-kB expression in the glyoxylate induced CaOx mouse model. RNPs assays demonstrated the H19 interacted with miR-21 and suppressed its expression. Also, using luciferase assays, miR-21 was shown to target the 3 0 -untranslated region (UTR) of HMGHB1, leading to a decrease in their expression in vitro. H19 knockdown inhibited HMGB1, TLR4 and NF-kB expression and oxalate and oxidative stress induced by CaOx crystals. Additionally, iNOS, CD11C, makers of pro-inflammation macrophage M1, were decreased by H19. In vivo, measured by PET-CT and micro-CT, kidney inflammation and CaOx crystals deposition was significantly decreased in H19 conditional knock out mouse model. CONCLUSIONS: In conclusion, these findings, for the first time, demonstrated the effect of ceRNA mechanism on CaOx crystal deposition and inflammtion-induced kidney injuries through a newlyidentified H19-miR-21-HMGB1/TLR4/NF-kB pathway.
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MP03-02 DEREGULATED MTOR IS RESPONSIBLE FOR AUTOPHAGY DEFECT EXACERBATING KIDNEY STONE DEVELOPMENT
Rei Unno*, Nagoya, Japan; Tsuyoshi Kawabata, Nagasaki, Japan; Hiroshi Takase, Teruaki Sugino, Yutaro Tanaka, Naoko Unno, Yasuhiro Fujii, Kazumi Taguchi, Shuzo Hamamoto, Ryosuke Ando, Atsushi Okada, Hiroyuki Kamiya, Takahiro Yasui, Nagoya, Japan INTRODUCTION AND OBJECTIVES: We found that cellular damage caused by calcium oxalate (CaOx) was repaired by the induction of autophagy using renal tubule cultured cells and CaOx crystal model mice, and the failure of the repair mechanism caused kidney stones. In this study, we focused on selective autophagy and upstream regulatory factors mTORC1 and transcription factor TFEB and tried to elucidate the mechanism of calculus formation.
METHODS: In vitro: We exposed renal tubular cells to calcium oxalate monohydrate (COM) crystals at a concentration of 20 mg/cm2, and autophagy was examined by immunostaining and Western-blot. mTORC1 activity was examined by Western blotting of phosphorylated S6 kinase, and nuclear import of TFEB was examined by transfection of GFP-TFEB.
IN VIVO: We used autophagy visualization (GFP-LC3) mice, and kidney crystal formation in mice was induced by daily intraabdominal injection of 80 mg/kg À1 glyoxylic acid. We investigated autophagy by immunostaining and Western blotting. Finally, we examined the suppression effect of mTOR inhibitor, which can promote autophagy, on crystal formation. RESULTS: We found that autophagic activity was significantly decreased in mouse RTCs exposed to CaOx monohydrate crystals and in the kidneys of GFP-LC3 transgenic mice with CaOx nephrocalcinosis induced by glyoxylate. This caused accumulation of damaged intracellular organelles, such as mitochondria and lysosomes, the normal functioning of which is mediated by functional autophagy. An impairment of autophagy was also observed in the mucosa with
